The anti-viral effect of interferon can be at least partly ascribed to an inhibitionoftranslation. The results of Kerr et al. ( I 974) and Content et al. (1975) suggested that a doublestranded RNA is a possible mediator of the effect of interferon on protein synthesis.
. As double-stranded RNA is known to inhibit cell multiplication by itself, it is tempting to interpret the anti-cellular effect of interferon as a sensitization of the cell t o the effect of the double-helical R N A as well.
In this perspective the multiple effects of interferon could be considered as a result of the triggering of the action of double-stranded R N A on a central target. A good candidate for such a site would be the lysosome or the phagosome, for a change in their properties, for example, a redistribution of their enzymic content, could lead to a number of different effects.
To test this hypothesis we have studied the properties of two variant lines of the L1210 leukaemia cells, one sensitive to interferon (L121OS) and the other resistant (L1210R), that have already been characterized for other parameters (Werenne & Rousseau, 1976a,b) .
First we showed that the cytolytic effect of double-stranded R N A is increased by a pretreatment of the sensitive cells with interferon (Table I) . Nosucheffect wasobserved with the resistant cell line.
At the low concentration used, interferon by itself has no effect on cell viability. The presence of double-stranded RNA is essential if cytotoxicity is to be observed under those conditions. The decrease in the viability is a function of the concentration of both the interferon and the polynucleotide.
The results obtained with poly(1-C) ( Table 1) were confirmed with RNA of other origin and with different interferon preparations. Both the mycophage double-stranded R N A obtained from Beecham Pharmaceuticals and the double-stranded R N A purified from reovirus were equally active, and the results obtained with our crude interferon have been confirmed with a partially purified sample received from Dr. W. E. Stewart (results not shown).
Since the observed decrease in cell viability could be ascribed to a labilization of lysosomes, we studied the properties of N-acetyl-j?-glucosaminidase, a typical lysosomal enzyme, in the two cell lines.
The increase of the free activity of this enzyme, as measured in thecourse of incubation at 37°C of the homogenate, reflects the lability of the lysosome. As shown in Fig. I , the release of this enzyme is much faster in the L121OS cells than in the L1210R cells.
Since the intrinsic lysosomal fragility of the interferon-sensitive cells was already higher than the fragility of the resistant cells, a selective increase in L121OS cells, after treatment with interferon, of the lysosome disruption by double-stranded RNA, would be compatible with the observed multiple effects of interferon. So far, however, we have not detected any modification of the free activity of N-acetyl-j?-glucosaminidase in L121OS cells treated with interferon alone or in combination with the polynucleotide in our experimental conditions. 
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Time at 37°C (h) Fig. 1 . Release of N-acetyl-B-glucosaminidase in a homogenate of L1210 cells L1210S and L1210R cells, grown as described in the legend to Table 1 , were harvested and homogenized by two strokes of a tight-fitting Dounce homogenizer at a cell concentration of 50 x 106/ml in 0.08M-sucrose. The iso-osmoticity was re-established, and the activity of the enzyme was determined in portions taken at different times as described by Sellinger et al. (1960) . 0, L1210S cells; 0, L1210R cells. The free activity is expressed as a percentage of the total activity. Table 1 . Cytotoxicity of poIy(Z-C) in interferon-treated cells The cells grown in RPMI 1640 medium containing 10% (v/v) foetal-calf serum (both from Gibco-Biocult) were treated at a density of 0.8 x106-1.0x106cell~/ml for 16h by interferon (induced in L929 cells by Newcastle-disease virus (Herts strain), acid-treated for 5 days and extensively dialysed; the titre, determined by decrease in vesicularstomatitis virus-plaque formation, was lo4 units/ml). The cells were harvested by centrifugation and the cells Trypan Blue-excluding were counted after incubation at high cell density in the presence and absence of the double-helical polynucleotide as described by Cordell-Stewart & Taylor (1971 A labilization of lysosomes by interferon cannot yet be excluded, as our conditions in uitro might well not correspond to a physiological situation for the study of such a biological activity. Moreover, it is also possible that interferon causes a selective release of another associated enzyme from the vacuole, or acts on a specific class of organelle of the VOl. 5 lysosomal system. Another alternativemight be that the putative released enzyme remains in a cryptic form, of which the activity is not measurable by our experimental approach. Such a possibility would explain the observation of a peculiar endonuclease activity in homogenates of cells treated with interferon and incubated in the presence of doublestranded RNA (Brown et al., 1976) .
Our observation of the relative fragility of the lysosomal system of the interferon-sensitive cells would favour a role of lysosomes in the action of interferon and would explain the reported (Spandidos et a/., 1972) increase in an acid deoxyribonuclease in extracts of chick-embryo fibroblasts treated with an interferon preparation.
Blood platelets stimulated by agents such as collagen or thrombin selectively release the contents of their storage granules (Grette, 1962; Holmsen & Day, 1970) . The most commonly studied of these secreted constituents is 5-hydroxytryptamine, which is stored in dense granules in association with adenine nucleotides and calcium, but lysosoma1 enzymes (stored in a different granule population) are also secreted. Holmsen & Day (1970) found that thrombin induced a smaller percentage release of lysosomal enzymes than of 5-hydroxytryptamine, and that release of lysosomal enzymes was much slower. These observations, and others, led to the suggestion that the mechanisms controlling release of 5-hydroxytryptamine and lysosomal enzymes might be different (Holmsen et al., 1975) , but the nature of such a difference has not been fully investigated.
We have studied secretory responses of human platelets in plasma induced by collagen, arachidonic acid, synthetic prostaglandin analogues, ionophore A231 87 and ADP, using techniques previously described (Gordon & Drummond, 1974; Gordon & MacIntyre, 1976) . At the concentrations used in the present studies, all the above agents induced maximal platelet aggregation. Release of 5-hydroxytryptamine was measured in platelets prelabelled by incubation at 37°C for 30min with 1 p~-5-hydroxy[G-~H]-tryptamine, and lysosomal enzyme release was measured by a fluorimetric assay based on 4-methylumbelliferone, with 8-N-acetylglucosaminidase as a marker enzyme (Gordon,
